. These steroids have a negative feed back effect on gonadotropic secretion : in dysgenesic girls circulating gonadotropic titer is markedly higher than in normal girls (Conte, Grumbach and Kaplan,1975 Kaplan, 1975) . The level is very low between 4 and 9 years, then increases continuously from 10-12 years to reach, in dysgenesic girls, the level observed in ovariectomized or in postmenopausal women (fig. 5 ).
Also, when ewe-lambs are spayed at birth, there is no large increase in gonadotropic hormone secretion until 2 to 6 weeks later, at the time when secretion in normal lambs also increases (Liefer, Foster and Dziuk, 1972; .
In female rat transitory elevation of gonadotropin secretion is especially sharp and much higher than in male rat (Dbhler and Wuttke, 1974, 1975 Kulin and Hamwood, 1974) . In female rats spayed at birth, ovary transplantation at about 30 days is followed by the appearance of normal cyclicity (Pfeiffer, 1936) , proving that gonadotropic function cyclicity is triggered.
Estradiol positive feedback effect on gonadotropin release appears gradually ( fig. 9 ) : LH surge is obtained in ewe-lambs at 4 weeks by estradiol treatment (Land, Thimonier, and Pelletier, 1970) . The response obtained increases progressively with age : 40 ng at 7 weeks, 75 ng at 12 weeks, 100 ng at 20 weeks (Foster and Karsch, 1975) . At 27 weeks, the same amount of LH is released as in the adult. Similarly, the first LH surges induced in the young macaque female or girl are lower than adult surges (Dierschke, Presl et al., 1976) . Moreover, estradiol positive feedback effect appears successively on LH then on FSH : in macaque and girl after the first menstruations an estradiol treatment causes LH but not FSH surge (macaque : girl : Presl etal., 1976 ; Reiter, Kulin and Hamwood, 1974) ; the simultaneous surge of these gonadotropins occurs several months later. In female rat, positive estradiol feedback action on FSH is also acquired later than for LH (Caligaris, Astrada and Taleisnik, 1973 ; Wuttke and Gelato, 1976) .
Nervous FSH regulation occurs last. It is probably the final process marking the acquisition of puberty, as Critchlow and Bar-Sela (1967) believed.
Role of adrenal steroids. The nature and quantity of steroids secreted by the adrenals change at puberty. In man adrenal steroid secretion increases slightly beginning at 6-7 years of age (Sizonenko and Paunier, 1975 ; Collu and Ducharme, 1975) . The role of adrenal steroids in triggering puberty processes has thus been programmed. They certainly play a role in the appearance of secondary sex characteristics (especially in hairiness and bone maturation) (Tanner, 1962) .
Congenital hyperplasia of the adrenals, characterized by abnormally high androgen secretion, regularly causes precocious pseudo-puberty (accelerated bone maturation, development of secondary sex characters). The cases of true precocious puberty following this syndrome are doubtful. Adrenal hyperplasia may be accompanied by noctural elevation in LH, and even FSH, secretion (Boyar et al., 1973) . However, as (Gelato etal.,1976) . Thus, the adrenals may act indirectly by modifying prolactin secretion. This observation, rather than confirming the active role of the adrenals, puts more emphasis on the possible role of prolactin in triggering puberty.
In this regard, a large, brief prolactin peak has been noted in the 70-day old lamb (Courot, 1974) (Frisch, 1974) . The onset of pubertal processes occurs when critical basal metabolism is the same in girls and boys, although the latter are 2 years older and weigh 6-8 kg more (Frisch, 1974 
